The finding of two abnormalities, each of which may be of congenital origin, in the same patient, is considered to be additional evidence of their congenital character, such anomalies being frequently multiple. Polycystic disease of the kidneys and aneurysms of the intracranial arteries have both been attributed to congenital defects and their simultaneous occurrence is therefore of interest.
etiology ov polycystic kidney.
Numerous theories have been advanced as to the etiology of polycystic kidneys, and these have been frequently reviewed (e.g., Norris & Herman, 1941) . The A family history of the condition is found, as frequently among adults as infants and Cairns (1925) considered that, in the family he studied, there was evidence of a tendency for the disease to appear earlier in successive generations. However, Fergusson (1949) A man aged 04 had noticed a lump in the left hypochondrium four years previously. This had increased steadily in size and for four months he had had increasing pain in the left side. He had no urinary symptoms apart from nocturnal frequency of micturition. He had contracted syphilis at the age of 17 for which he had not received treatment until he developed dyspnoea on exertion and occasional swelling of the ankles at the age of 40. He died suddenly three days after admission.
At autopsy, there was syphilitic scarring of the first part of the aorta and aortic valve with involvement of the coronary orifices, the left coronary being completely obstructed.
The aorta was dilated.
The left kidney weighed 2800 g. and measured 32 by 10 cm. There was a large cyst occupying tlie lower pole ancl numerous smaller cysts occupying tlie upper pole of the organ. Many of the cysts contained altered blood. The central part of the kidney was occupied by a tumour growth which was invading the cysts at each end. The growth was white in colour and showed numerous areas of necrosis and haemorrhage. The right kidney was slightly enlarged (190 g.) . The capsule stripped with difficulty leaving some small depressed scars. The cut surface appeared congested but tlie normal markings were well maintained.
The liver was of normal size (1700 g. Among those who accept a congenital basis for the aneurysms there is a divergence of opinion as to the nature of the congenital abnormality. In 1030 Forbus reported the finding of defects of the media of the vessel wall at arterial branchings ; this was present both in cases with aneurysms and without. He considered it a common finding due to development of muscular tissue on branch vessels independently of that on the main vessel. He also found defects on other small vessels of the body. Similar defects had been noted previously (Turnbull, 1918 ; Duguid, 1925) and have frequently been confirmed since then, although Tuthill (1933) considered them to be artefacts. Glynn (1940) , however, found the media defects in 80 per cent of preparations of cerebral vessels, whether aneurysms were present or not, and contrasted this with the low proportion of aneurysms. He also found the defects to be more common in adults than in infants. He believed that resistance to stretching depends on the elastica rather than the media and that aneurysms develop in the intracranial vessels because the elastic layer there is almost entirely concentrated in the internal lamina where it is readily injured by atheroma and other focal degenerations. Forster and Alpers (1945) Slany (1938) found that 14 of 20 cases of aneurysm showed such abnormalities. Padget (1944) The presence of congenital anomalies in other parts of the body is not common ; the best known is coarctation of the aorta. Abbott (1928) found that of 200 cases of this condition 18 died of subarachnoid haemorrhage and 5 of these had ruptured aneurysms ; 2 others had unruptured aneurysms. Wright (1949) found, a total of 10 proved cases of the association in the literature, and of these 11 died of rupture. (Martland, 1939 (1935) considered that intracranial haemorrhage was relatively uncommon with polycystic kidney. Sieber (1905) found seven cases of apoplexy in ninety-eight fatal cases in the literature ; Coombs (1903) The age of this patient at the time of the subarachnoid, haemorrhage makes it extremely probable that the underlying lesion was an aneurysm. The occurrence of a second haemorrhage which was apparently entirely intracerebral does not affect this diagnosis. Richardson and Hylaud (1941) reported two fatal cases in which initial subarachnoid haemorrhage with temporary recovery was followed by a recurrence of bleeding entirely into cerebral tissue without further subarachnoid haemorrhage being found either on lumbar puncture or at autopsy. Robertson (1949) has also stressed the frequency of gross cerebral damage from ruptured intracranial aneurysms, finding it in fifty-six of ninety-three post-mortem specimens.
Most authors accept the ability of an aneurysm to thrombose and so prevent further bleeding. Wechsler and Gross (1948) however do not agree with this and they believe that vascular malformations are a more common cause of subarachnoid haemorrhage than is recognised, finding this in six of ten cases they report. Martland (1939) (Coombs, 11)03 ; Carlson, 1946 
